Introduction
Chronic abdominal pain is a common complaint both in general and hospital practice.' Careful history, clinical examination and investigations generally result in a correct diagnosis and management plan. However, a proportion of patients with chronic abdominal pain are undiagnosable even after extensive investigations. They represent a difficult and challenging group of patients to manage. These patients may be prescribed narcotics for analgesic effect. Sometimes there is initial pain relief followed by an impressive worsening as tolerance develops which requires more opiates. This may result in a vicious circle of escalating pain followed by further narcotic administration for pain relief, which sets the scene for the development of narcotic bowel syndrome (NBS). 2 We report a case ofthis clinical entity in which the pain resolved rapidly when narcotic administration was stopped. Opiate withdrawal symptoms were successfully alleviated with clonidine therapy.
Case history
A 40 year old woman was admitted for investigation of chronic intractable abdominal pain. The pain was colicky in nature with acute exacerbations Correspondence: V. Wong, M.B., Ch.B., M.R.C.P., Level 7 , Clinical Sciences Building, St James's University Hospital, Leeds LS79 7TF, UK Accepted: 12 July 1993 which had gradually worsened over the last 10 years. Attacks were associated with nausea, vomiting, anorexia, weight loss and constipation. She was taking a daily mixture of dihydrocodeine 6 x 60 mg, intramuscular morphine 2 x 15 mg (given by her husband) and morphine sulphate (MST) 2 x 20 mg for 6 months. This odd regime had been prescribed by both her local general and hospital practitioners because of increasing intolerable abdominal pain. In the past she had had appendicectomy, hysterectomy and cholecystectomy for gallstones. She was also treated for pulmonary embolism with anticoagulation and given pain relief with coproxamol. Her symptoms recurred requiring repeated hospital admissions. Extensive investigations including inferior venocavogram and pulmonary angiography showed no evidence of recurrent pulmonary embolism and her anticoagulation was stopped 3 years later.
Her symptomatology ofabdominal pain, nausea and vomiting began 10 years previously. Extensive investigations subsequently including two endoscopic retrograde cholangio-pancreatograms (ERCP) revealed no pathology. Her symptoms were thought to be suggestive of a functional bowel disorder, although diet changes and anti-spasmodics were tried unsuccessfully. Accordingly increasing frequency and dosages of opiatecontaining compounds were prescribed by her local general practitioner for pain relief. An emergency laparotomy was performed 4 years ago for symptoms and signs of intestinal obstruction which revealed only minor adhesions and a rotated transverse colon but no mechanical obstruction. She was then pain free for one year until her symptoms recurred. A further laparotomy showed adhesions in the right upper quadrant, a dilated duodenum and a duodeno-jejunostomy was fashioned for drainage. However, there was no improvement in her symptoms on this occasion.
On examination there were no remarkable physical findings other than previous abdominal scars. Haematological There are several possible explanations for the development of NBS. Firstly, the direct actions of narcotics on the gut over time may alter intestinal motility, gut reflexes and gastrointestinal sphincter activity as well as physical changes in gut luminal contents. This may produce the symptoms as described. Alternatively, prolonged opiate use could cause pancreatobiliary pain as a result of chronic constriction of the sphincter ofOddi. It has even been postulated that some of the symptoms of NBS could be due to localized withdrawal effect on intestinal motility well before the development of the characteristic generalized features of narcotic withdrawal.3 It must be emphasized that whether the symptom complex ofNBS are due to actions of opiates on the gut or the withdrawal of opiates are not well understood.
Withdrawal from opiates is characterized by a hyperexcitable state in organs previously depressed.'5 The symptomatology includes nausea, vomiting, diarrhoea and crampy abdominal pain in addition to restlessness, anxiety, yawning, muscular aching and pilo-erection. It is thought to be mediated by adrenergic mechanism.'6 Administration of narcotics during this period abruptly halts the development of these withdrawal symptoms. Alternatively, clonidine can be used to abolish these symptoms as has been utilized for many years successfully in drug rehabilitation.'920 The exact mechanism of action is unclear. Clonidine, an alpha-2 adrenergic receptor agonist, is thought to act directly and indirectly via the stimulation of alpha-2 receptors in the locus coeruleus of the central nervous system and the gut wall.8"7 '8 Administration of clonidine, in general, results in the reduction ofthe rate and amplitude ofintestinal contraction and relaxation ofthe intestinal smooth muscle.8"8 The overall effect is the relaxation of the gastrointestinal tract. Clonidine therapy has been used successfully in patients with NBS to break the vicious circle of recurrent symptoms and narcotic requirement.3 The dosage is 0.1 mg twice initially and increasing to 0.1 mg four times daily if necessary. It should only be initiated under close medical supervision as side effects such as postural hypotension could occur. With this regime, our patient made an excellent response within 1 week and had remained so 12 months later.
Thus the diagnosis of NBS should be considered in any patient with chronic unexplained abdominal pain or pseudo-obstruction who is using or abusing opiates for pain relief. Early diagnosis may avoid unnecessary investigations and even laparotomy. 
